Introduction
The first clinico-pathological description of superficial siderosis of the CNS was a case reported by Hamill to the Chicago Neurological Society in 1908. The pathology is a hemosiderin deposits along the subpial surfaces of the CNS and is the consequence of chronic or recurrent bleeding into the subarachnoid space.
Until recently, superficial siderosis was primarily a post-mortem diagnosis. The advent of MRI which is able to detect the presence of hemosiderin with considerable sensitivity has the diagnosis of superficial siderosis.
Case Report
A 44-year-old man presented with one year progressive history of unsteadiness of gait.
Examination disclosed a kinetic and static cerebellar syndrom with ataxia.
The cranial nerves were normal. There is no history of CNS traumatism or surgery. MRI imaging of the brain was performed on a Philips apparatus (1T). T2-weigthted fast-spin-echo and gradient-echo sequences revealed superficial signal hypointensity coating temporal lo-are affected more often than women at a ratio of 3:1.
The disorder has been identified in patients of all ages. CSF examination may be haemorragic and xanthochromic.
Pathogenesis
Superficial siderosis consists of intra cellular and extra cellular depositions of hemosiderin in the leptomeninges, subpial tissue, spinal cord, and cranial nerves resulting of chronic, recurrent subarachnoid haemorrhage.
The bleeding induces intracellular uptake of iron, resulting in damage of neural tissue.
Excess of free iron may stimulate lipid peroxydation, leading to localized tissue necrosis. The vulnerability of the cerebellar molecular layer probably relates to the abundance of microglia and the presence of Bergmann glia. Microglia contains the biochemical apparatus for ferritin biosynthesis, and Bergmann glia are the source of iron-and heme-responsive ferritin repressor protein 3 .
The abundance of ferritin-reactive microglia in the normal cerebellar cortex permits the rapid conversion of iron to hemosiderin when haemorragic CSF contacts the surface of the brain. 
Figure 3
Coronal gradient-echo T2weighted images (669/21/angle15) highlight the hypointensity on surface of temporal lobes, insula, brainstem and vermis.
Histology
Macroscopically, the incrustation of the external and internal surfaces of the CNS is the result of the following sequence 3 :
Hemoglobin(CSF) ¥ Heme (CSF/tissue)¥ Iron (tissue)¥ Ferritin (tissue)¥ Hemosiderin.
A dark brown discoloration of the leptomeninges and superficial CNS parenchyma as well as a subependymal lining throughout the neuroaxis are observed. Microscopically extensive hemosiderin de-position in leptomeninges, subpial and subependymal regions are demonstrated.
The leptomeninges are thickened, and there are various degrees of neuronal loss, gliosis, demyelinisation.
Anatomical correlations 1
Gait ataxia is more common than limb ataxia, because of preferential involvement of the cerebellar vermis.
The VIII nerve is vulnerable because having a long glial segment, and so a greater chance of axonal damage. In addition, its runs through the large pontine cistern and also has a great flow of CSF. The olfactory tract is entirely glial and frequently affected.
Etiology
A source of bleeding is found in 54% (1,2,4).
• Dural pathology (47%)
CSF cavity lesion: hemispherectomy, meningocele, encephalocele, cervical root pathology: avulsion, epidural cyst.
• Tumors (35%)
ependymoma, and less frequently meningiome, glioma… • Vascular abnormalities (18%) arteriovenous malformation, aneurysm.
Radiology 5 Magnetic resonance scanning has enabled the diagnosis to be made in vivo. T2 weighted sequence demonstrates hypointensity along the pial surface / subarachnoid space surrounding the brain and spinal cord.
Gradient echo images, because of their sensitivity to the magnetic susceptibility effect highlight this hypointensity and help for the diagnosis. The superior vermis, the surface of the braistem, the quadrigemal plate, the sylvian regions, the I-II-VIII cranial nerves are the more severely affected.
In addition to this marginal hypointensity, high signal in the adjacent cerebellar tissue due to secondary gliosis may been seen on T2 weighted images.
Atrophy of the superior vermis is frequent.
A source of recurrent bleeding has to be researched. In the absence of an intracranial abnormality, radiologic exploration should
